The complete nucleotide sequence of insertion element IS492, which causes reversible inactivation of extracellular polysaccharide production in the marine bacterium Pseudomonas atlantica, is presented. Insertion of IS492 results in the EPS-phenotype, and excision results in restoration of EPS+. DNA sequencing of the site of insertion in the eps locus showed that insertion of IS492 generates a 5-base-pair repeat and that its excision is precise. Fig.  1 ) was subcloned into M13 from a recombinant plasmid (pDB200) which contains the undisrupted eps gene from the parental mucoid strain (3). This HindIII fragment contains the region of the eps gene into which IS492 inserts (Fig. 1A) . The 1.9-kbp HindIII fragment, containing the left portion of eps and IS492, and the 1.2-kbp HindlIl fragment, containing the right portion of IS492 and 126 bp of eps, were subcloned from a recombinant plasmid (pDB440) which contains the eps locus disrupted by IS492 insertion (Fig. 1B) . Finally, the 2.0-kbp HindlIl fragment was subcloned from a recombinant plasmid (pDB4401) isolated from an EPS+ variant which arose from the EPS-variant that contained pDB440. This fragment carries the eps locus from which IS492 had excised (Fig. 1C) . The derivation of the recombinant eps plasmids pDB200, pDB440, and pDB4401 has previously been described (3). Sequencing was performed by the Sanger dideoxy method (13) 
Variable phenotypes in clonal populations of bacteria are often the result of reversible DNA rearrangements. Examples include the inversion of DNA that regulates flagellar phase variation in Salmonella typhimurium, recombination between silent and expression pilin loci in Neisseria gonorrhoeae, and IS]-like transposition regulation of Citrobacter Vi antigen expression in Escherichia coli (12, 14, 15) . We have recently described an insertion element that regulates variation in extracellular polysaccharide production in the marine bacterium Pseudomonas atlantica (3) . Mucoid EPS+ cells give rise to nonmucoid EPS-cells which have a characteristic crenated colony morphology and which can switch back to the EPS+ phenotype. The EPS-phenotype results from the site-specific insertion of a 1.2-kilobase-pair (kbp) DNA segment into an eps gene, and switching back to the EPS+ phenotype results from excision of the 1.2-kbp segment (3) . IS492 insertions in numerous EPS-variants have been mapped by restriction fragment analysis, and these insertions appear to have occurred at identical locations in the eps locus (3). We conclude that insertion is occurring at one site or several sites in a very small region of about 50 bp. The relationship between the EPS phenotype and the structure of the eps locus is shown in Fig. 1 Fig.  1 ) was subcloned into M13 from a recombinant plasmid (pDB200) which contains the undisrupted eps gene from the parental mucoid strain (3). This HindIII fragment contains the region of the eps gene into which IS492 inserts (Fig. 1A) . The 1.9-kbp HindIII fragment, containing the left portion of eps and IS492, and the 1.2-kbp HindlIl fragment, containing the right portion of IS492 and 126 bp of eps, were subcloned from a recombinant plasmid (pDB440) which contains the eps locus disrupted by IS492 insertion (Fig. 1B) . Finally, the 2.0-kbp HindlIl fragment was subcloned from a recombinant plasmid (pDB4401) isolated from an EPS+ variant which arose from the EPS-variant that contained pDB440. This fragment carries the eps locus from which IS492 had excised (Fig. 1C) . The derivation of the recombinant eps plasmids pDB200, pDB440, and pDB4401 has previously been described (3) . Sequencing was performed by the Sanger dideoxy method (13) (9, 10) . IS492 is the first transposable element isolated from a marine eubacterium, so its apparent novelty could be due to the limited attention given to this large and diverse group of organisms.
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